localized signs of infection, normal heart sounds and no evidence of heart failure. However, because of a prominent tachycardia with marked malaise, two-dimensional (2-D) echocardiography was performed. This showed a mobile mass in the right atrium, intermittently prolapsing into the tricuspid valve ( Figure 1 ).
The right atrium was surgically explored by median sternotomy and the Hickman line was removed along with two thrombi attached to its tip. The larger of the two thrombi measured 4 cm by 4 cm in diameter but no organism was grown from either thrombus or from the tip of the Hickman catheter. The patient made a good postoperative recovery and received a further 3 weeks of antibiotics. Repeat echocardiograms have been normal.
Upper extremity venous thrombosis is a wellrecognized complication in patients with haematological malignancies and centrally placed indwelling silicone elastomer catheters.
However, right atrial thrombus associated with central venous catheters is almost exclusively a complication of infancy related to prematurity, TPN In 1986 an 89 year old man was admitted to the surgical ward of his local hospital for investigation of dysphagia. A routine chest X-ray showed cardiomegaly and prominent pulmonary vascular shadows. On further questioning he recalled that at the age of 9, he was investigated at St Bartholomew's Hospital, London for 'blue hands' and a 'hole in the heart' was diagnosed.
On examination he was in atrial fibrillation with a slow ventricular response at a rate of 60 per minute. Blood pressure was 150/90 mmHg. Jugular venous pressure was elevated to 5 cm with a visible 'V' wave. Apex beat was displaced to the 6th intercostal space about 2.5 cm outside the mid-clavicular line. He had a loud pansystolic murmur audible at the apex and left sternal edge, and a mild systolic ejection murmur at the second right intercostal space. He had fixed splitting ofthe second heart sound. A transthoracic echocardiogram showed gross right ventricular and right atrial enlargement with mild left atrial enlargement, and large secundum atrial septal defect. He was discharged home on a diuretic. He was reviewed on his 90th birthday when he was completely asymptomatic. He died of a cerebrovascular accident when 92.
It is suggested by Rodstein et al.2 that a well-defined clinical picture is often present in the elderly and that such patients experience repeated attacks of bronchopneumonia, dyspnoea and angina for many years before the onset ofovert heart failure. The absence ofpulmonary hypertension may be an important factor in their survival.
Campbell et al.3 observed that atrial fibrillation was nearly always the major cause of heart failure in these patients owing to production of tricuspid incompetence which in turn elevates the right atrial pressure during systole. Although this makes the interatrial shunt diastolic rather than systolic, it does not materially alter the magnitude of the left to right shunt. The limited left ventricular filling and systemic output is further diminished by the lack ofatrial contribution, as seen with atrial fibrillation in any condition.
This case highlights the fact that, in patients with atrial septal defect, not only is survival possible beyond the ninth decade, but freedom from all cardiac symptoms is also possible. Owing to the lack of thorough knowledge on the rate of progression of clinical and haemodynamic worsening of such a congenital lesion, it is not easy to explain the long-term survival of such patients. 
